Vitiligo is an autoimmune disease characterized by depigmentation of the skin due to destruction of melanocytes. Interferons have been used for the treatment of chronic hepatitis C and some malignancies. We report interferon alpha-2a-induced vitiligo in a male patient with chronic active hepatitis C. All skin lesions disappeared completely without requiring therapy after discontinuation of interferon. This case suggests that vitiligo may be developed during interferon therapy as a side effect.
Introduction
Vitiligo is an acquired dermatologic disorder characterized by local, dispersed or diffuse depigmented patches on the skin caused by disappearance of functional melanocytes [1] . The interferons (IFNs) are natural proteins with antiviral, antitumoral and immu-nomodulating functions. They have been successfully used for the treatment of chronic hepatitis C [2] . Several autoimmune side effects of IFN treatment including thyroid dysfunction and psoriasis are reported [3, 4] . Interferon-induced vitiligo was previously .reported in IFN-containing combination chemotherapy regimes for melanoma [5] . Recently, a case of alopecia followed by development of canities and vitiligo has been reported 3 months after discontinuing alpha-INF therapy [6] . We report a case of IFN induced vitiligo during therapy of chronic hepatitis C. Case Report A 39-year-old asymptomatic male with a previous history of blood transfusions was referred to our hospital because of elevated serum transaminases levels. He did not have any personal or family history of autoimmune diseases. Physical examination was unremarkable except for a hepatomegaly of 2 cm. Laboratory analysis of blood showed a serum alanine aminotransferase level of 219 IU/ml, aspartate aminotransferase of 64 IU/ ml. Hepatic markers were negative with the exception of antihepatitis C virus antibody positivity. A high level of liver enzymes continued for a 6-month follow-up and a percutaneous liver biopsy confirmed the diagnosis of chronic hepatitis C infection. Recombinant IFN alpha-2a (Roferon, Roche) treatment was started at a dose of 3 MIU, s.c. 3 times a week. One month later, hypo-and depigmented macules developed in the anterior area of the patient's neck. A diagnosis of vitiligo was made and local corticosteroid ointment was applied. Partial improvement was observed on the skin lesions with this local treatment during IFN therapy. But all skin lesions healed completely without requiring any corticosteroid therapy after discontinuation of IFN and the patient was followed up for another 10 months free of vitiligo. Discussion Vitiligo is an acquired, idiopathic hypo-melanotic disease characterized by circumscribed depigmented macules. Despite several investigations the cause of vitiligo still remains unknown. Three theories on the pathogenesis of vitiligo exist: (1) the immune hypothesis, (2) the neural hypothesis, and (3) the self-destruction hypothesis. Recently, it was suggested that vitiligo is a primary failure of keratinocytes [7] . Vitiligo is generally accepted as an autoimmune disease on the basis of the following evidence: presence of autoantibodies against melanocytes [8] , association of the disease with HLA antigens [9] , association of the disease with other autoimmune conditions such as thyroid diseases, adrenal insufficiency, diabetes mellitus and autoimmune chronic active hepatitis. Autoimmune destruction of melanocytes may be caused by both cell-mediated and humoral immunity [10] . Vitiligo-like lesions also have been reported in 4 patients with melanoma treated with interleukin 2 [11]. The IFNs have numerous effects on the cells of the immune system by altering cell growth and differentiation. In general, the effects of INFs are antiproliferative and induce cellular differentiation. The mechanism of action of IFN in the development of vitiligo is not clear. It may induce antimelanocyte autoantibodies which destroy normal melanocytes, or it may act an inducing factor for vitiligo by activation of cytotoxic T cells. But the other drugs which were used in combination with IFN may have had a role in the development of vitiligo in previous cases [5] . A patient with chronic hepatitis C infection developed vitiligo 3 months after discontinuing alpha-INF therapy, and vitiligo was still persistent 6 months after discontinuing therapy [6] . But in our case vitiligo had disappeared after INF therapy. We conclude that autoimmune side effects should be closely monitored during IFN therapy of chronic active hepatitis C. Linear and zosteriform variants of lichen planus (LP) are rare forms of LP. To our knowledge these forms of LP have not been associated with drugs. We describe a case of LP with a linear distribution following the Blaschko embryologic lines induced by nicergoline. Case Report We observed a 65-year-old woman with a history of hypertension treated with nicergoline, an α-adrenergic blocking agent, for 6 months. She presented a pruritic eruption with a linear distribution 4 months after beginning this treatment. Physical examination revealed an erythematoviolaceous eruption consisting of flat-topped shiny papules along the Blaschko lines affecting the left breast, hemithorax, axillae with an 'S' shape and a longitudinal location on the ventral side of the left arm ( fig. 1 ). Routine laboratory examination including blood count and hepatic parameters as well as spinal cervical
